In a case-control investigation begun in November 1994 by the Centers for Disease Control and Prevention, researchers found evidence that the geographically clustered infants' homes were contaminated with S. chartarum, a mold not commonly found in home environments. S. chartarum is known to produce several trichothecenes, specifically satratoxins and roridin, as well as phenylspirodrimanes, cyclosporin, and a newly discovered class of compounds, the stachybocins. Researchers hypothesized that the mycotoxins, in combination with other stressors in the infants' environments such as tobacco smoke, caused the respiratory ailment that daimed the lives of 12 of the 37 infants. "The primary problem with indoor molds is that the health hazard is predominandy linked to people who are atopic-that is, they tend to be allergic," says Dorr Dearborn, an associate professor of pediatrics and biochemistry at the Case Western Reserve University School of Medicine in Cleveland and one of the researchers associated with the ongoing S. chartarum investigation. Says Dearborn, "What we're beginning to realize more recently, which is not really well known in the medical field, is that there are [indoor] moldsnot just Stachybotrys, but probably a larger list of them-that produce mycotoxins that can have direct effects on health. This is still an area of both speculation/conjecture and some knowledge, but it's an area of active concern and with some research at least starting to be generated."
The precise mechanisms of the Stachybotrys mycotoxins are unknown, explains Dearborn. The trichothecenes may be able to trigger or aggravate an allergy problem directly, he says, but not through a traditional immunoglobulin E (lgE) pathway. Typically, an allergic response involves production of antibodies constructed from IgE against the allergen and some form of inflammation (such as asthma). Pestka's work to elucidate how deoxynivalenol induces nephropathy has shown that, at low levels, the trichothecene induces inflammatory mediators. This suggests a mechanism by which mycotoxins, induding those produced by Stachybotrys, may produce airway disease or skin reactions without going through the typical IgE mechanisms, says Dearborn.
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